We address misleading interpretive statements in our recent paper (4). The 
related with persistent diestrus in treated females were incorrectly attributed to an estrogenic effect. The histomorphology was of pseudopregnancy, a condition characterized by persistent or elevated prolactin levels and/or active progesterone secretion by corpora lutea (2) . In rats normal corpora luteal function is mediated by prolactin rather than estrogen, whereas in rabbits estrogen is the only known luteotropic factor. Most species do not require persistent stimulation by luteotrophic factors after corpora lutea formation. The functional life of corpora lutea is 12-14 days after formation and may be extended by persistent prolactin levels, which stimulate progesterone secretion in this period called &dquo;pseudopregnancy&dquo; (3) . The presence of squamous metaplasia in uterine glands can be caused by excessive endogenous or exogenous estrogenic stimulation. Although uterine gland squamous metaplasia was increased with treatment, the exact mechanism was not clear. The presence of uterine atrophy was consistent with persistent or elevated prolactin and progesterone levels.
The legend for Fig. 9 incorrectly identified uterine changes. The vaginal mucosa shown here had excessive mucification (persistent diestrus), consistent with persistent and/or elevated prolactin and progesterone levels.
In the first sentence of the summary, the word &dquo;agonist&dquo; should replace the word antagonist. Serotonin (5-hydroxytryptamine) regulates prolactin release, acting through stimulation of a prolactin-releasing factor or suppression of a prolactin-inhibition factor (1) . 
